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Abstract : Exosomes are tiny vesicles with a diameter of 30~100nm released by living cells in
vivo. Exosomes contain proteins,nucleic acids and lipids,which are carriers of information ex-
change between cells. Exosomes secreted by different cells play different roles due to their
different microenvironments. Exosomes secreted by tumor cells play an important role in im-
mune regulation of the body,either promoting or inhibiting. In this article,the research progress
of tumor-derived exosomes on anti-tumor immunity is summarized.
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1.1 TEX #PHIZCR T 40 fn t 58

I57 40 B = A 5 AT R AR T 40 A TS M Y PD-L1 4b
WA PD-1 5 PD-L1 W24 T T 4H H Y 1 5 Fi
BB, I FLy D 40 i R 1 e A R R R R A
IR AR Y IR R A IR PD-L1 AKF B S e T A
B, Ml T CD8T M iy 355 2, A}, Cécile
Keryer-Bibens 4 PIESE TR I T4 EB J5 75 B 4L 1Y
g AN ISR BE BRI HLA-TT 2500 7, 3L EEE 9
F1LMPL, 1 LMPI Ge &M T 28I 3558 . AR
FIR N A A T 5 S CDI4*HLADR™™ 41 it K fE
ik CD80 Fil CD86 FFHLH W 7+, FHHN M T
IAR ECL 200 p 3 32 B, R T TWO3 S M i 200 L 1)
AN s A 1 [ ERK STAT1 1 STAT3 (14 i iz 1L
B4 STATS AR Ak K BEAR T 43 51 FoE 3
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B R & 2 2 AR K N1 19 NSCLC 41 g 21 1 44 )5 1)
B 9 240 ot T K LI ARy S RE T A2 BUR SR A, S A
V5 I R S PRV T A ML TR 8, e R S A
5T 200 DAY S R e St CDSYT 4t I 5
Liu 5% 30 b 988 U5 A1 WA AR 38 W LA ) CD4*T 1 5
FarAk AR T & 3, LA 9 20 L PR T SR 4 T 43
B2 Ry AN A AT LU 3 TGF-B IL-10  Fi 51 IR & E2
WV T AR 3G EE T TEX SIS0 T 4 i
(3G B 38 26 % L HEAM R | 38 5 A A AR ]
il 5 A DG A0 A e IR R 5 S e e S
PET T AR B A T AR DG AR 5 B 5
1.2 TEX S T @A T

TEX #77 Fas BCARF TRAIL 431, V5 5 40 il 2
PE T b0 O 240 60 T, ek 55 P e G R R W AR
P, TEXs Al it Fas/Fas-L . PD-1/PD-L1 & 225 % K
T4 CDS'T JHT=1, AFF 53 UE 5 Sk 200350 6 9 240 i i) 41
WAAR G W TR i AN K g 2 1 W] ) (phosphatase and
tensin homologue ,PTEN), 7] L5 5 T 41 fd 4 AKT &
FI 2R A6, T 9 T8 -8 (1 40 BCL-2 . BCL-XL,
MCL-1 %5335, LR T2 (1 Bax £ 1k, 2 i
CD8T ZH L 110, EB 95 #5188 YL 11 S R 9 S0 p A 36
TP FUBHEESE K -9 AT LA Thl 40 £ 1 Tim-3 3214
FZE A %S Thl giE T, Beak, 847 S5
W, TEX 5 T 48 i 3 3% 58 /5, TEX 0] DL o 38 3k
Fas-L 805 M0 T 40 H (55 53+, 19t TCR/CD3f FI
Tak3 (1L, 155 CD4YAI CDS'T 4 g g -1,
1.3 TEX &I T H 315 hkE

Lundholm 28 "3'#F 5% % Bl ,NKG2D [t 4 7E #ij 5]
Ji g 200 B A0 W AR b i R 3k, ] LB AR NKG2D 7
CD8T il R i 23k, JF H7E AR Hh 50 50 v 52 71
MR |, 450 3 20 M B M S s S . TEX A) DL 3o
T RIS M0 9 5 P T 200 6 R B R D AT o A 4 e, DA
K] 22 EGFR W55 77 A5 G g2 i 32 14 4% 5 Ik 248 Jfd 1
S R SRR T 40 ST ] CD8YT bk B 40 i Ay
T YR 1 iR 0 SR e E T, Liu S5 VORI SIS
S, P S5 96 A0 B A1 0 4R AT ARG CD8*T 3% T 4t
KIfG B A TFN-y 23K 3001 T 20 M 0% 48 M VR
1.4 TEX &I T ABAIHEGE R Gt

Liu 55 "7 AR P S 55 v 2 B, 2 T S5 U8 4 i
WA R B A% 5 LG I 98 S0 BR 458 T CD8*T 4 M 17 L 1)
I Gk, A E B2 R MR AR K BEAk , Wu
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SR Y R W IR T A R i AN A TR i PTTN L
B AT TL-2 %7 CDS8YT 20 il i 380 7 T, DT 3k
S0 4 G0 2 A FH B9 RUR: . Maybruck 22 USBIFSE & 31 £
% Sk £ 9 A0 R 5 AN WA R AT 5 S CD8T 41 i
FAE 540 F CD27/CD28 HL 4k, i i HAS RE 4 45 5+
PRSI AT B3O, DT A5 A5 588 K 1 00 ) 28007 A s 4
JH AT 433 miR-222 , miR-222 WU AT & ik Je8 41 it L 40
it 15 288 B 43 7 -1 (ICAM-1) 4 26 3k, 1 i R BE 3% 7%
YA FEPE T 40 A, S T AL S

2 TEX 3 NK 28 At g4 3] 1

NK- 2 % Jifr e 79 A% 495 76 T 32 28 02 3 o e 4k
240 LA 3 04 A B AR T (ADCC) M2 UKL it | % fL
Z TNF-o B RERCEE A W 5E s 2 rERE T F1 il s
SR LY AN S A R KR TCF-B1, 7T LABEAIE
1EH NK 40 2 1 NKG2D (19 43k , 10 1 41 g 5 v 1
FH 2 TR] B i 510 % g 240 i ok s f) S0 I R 2 ik NKG2D
e A, v AREAIR NKG2D 263k , B2 52 NK 41 fiid
s A 2, Si4h, BRAECARE T RY TEX #5451 21
TGF-B1 Fl miR-23a,miR-23a [A] ¥ 0] LA 30 ] NK £
JiL A 3 1, T AR T NK 40 CD107a &35, 04l
NK 4 i 4 i 22 1> A WF5E s TEX RE %41 i
AL 32 7k NKpd6 NKp30 ik, i #1il NK 41 g
(4 A DI RE 24 b Jad AN 2R TS/A Wk S b M i 1o 3
ik TGF-B. FEHLAMHEMEE A [ 284 X5 A/B
(major histocompatibility complex class I -related chain
A/B,MICA/B) FIAZEE 40fLH5 5 ULL6 45 A/ &M 3
(UL16 binding proteins 3, ULBP3), i/ NKG2D Hy#
IR FZESLZR 43 WA A5 Iy XA NK i 2hig, il
A RPENE B0 Chen %5 PHIF5T & BLARAS 98 41 i
() A0 W6 A 1T AR AR A0 JA ot v NK 40 A B ], 0 i
TNF-o0 BEH, fiE 25 e 18 5

3 TEX X 4% 20— B 0% 20 Al B 3 1)

3.1 REEEBEAB M2 BARK

- B P P B A0 M AR WA A R 2R 58 miR-222-3P,
A3 i SOCS3/STAT3 34 1417 5 W 40 g A M1 %l
AR SRy M2 TS A A W5 R IR U BR AT i R 4
JiL 20 Jif AN I A S miR-940 , 512 W41 i M2 FU A

B 2 & 2020 455 26 %% 3



12300 S Jieb g 1 K L BRI A1 AR ) A A
A28 1 5 AT 5 B g 40 3R I Toll #5244 2(Toll-like
receptors, TLR2) 45 5, ¥4 NF-«B i i |, fit fii B I
A0 M2 Bk AL, Sk TL-6 TNF-o F1 CCL2 2542 %
PR R
32 X E%—E A E it # N

Menck At it A BAIESE LR 9 40 i A0 i A4 m]
D3 T LB g HRE I A0 M R WntSa B T 0 3
ik B A0 it ] g A IR A E — 2B 8% WntSa B PR
398 ) i3 0 L, I L S BT PRI Y Wne [
53 [ R R A0 LA AR 22 R 0 B, NSCLC Ak
B % miR21 Ml miR29a, 1] 7E fili 41 21 v 5 4 B s 41
fitl, I 5 H R W TLRS 45 &, BLTE NF-«B il %, ¥4 m
IL-6 1943 3 , A1 1 Jif g 1 38 2 A 80 [RIEE , Gao
AR B /DN R AR 4T A I AR A T P R R R AR K
K F 2K (EGFR) % # 2 FH w4 g, 18 i3 MEKK2 #
Bt i A2 R ) TEN-1 (4 7= A AT 0 sk AL AR 56 R M
RER . TEX FTal i 26 J A K R 7 Z R (EGFR) FTA
TR KN T 2R 2 (Her-2) 1T LAFLTE B4 240 i Y
MAPK {55 5 i [ , i /> Caspase [if§ 24 fif | #F ifif 95 /0
A g T, A A T B UK & TAMs, & miR-150 [
AN IR AT AR fE TAMSs 4336 55 22 9 145 N B 2B 7
(VEGF), {2 2 Jofrag 1 A7 A2 B0, B9 596 A1 W 4 3 3k
NKG2D e {4, mT 2L 8 40 & i o 2% 40 ja iy
NKG2D Z AR (kW5 1% & A 300 40 i &
PO P P I B 20 L P L L5 PP A R A AT i
PR — I AN M Rk PD-LL,  JRABBE i CCL2 .
CCLA IL-6 S8 PF 57 TEX & #F FA% 40 i 53 1k
W F KA K T TGF-B 19 DC 401, A2 #E 1T 51
W% ZE K2 430 T4 T 240 i AR 5%

4  TEX 34 321X 28 Bt B9 #] i

Ding 55 ®WWF 57 % BN JB i 98 >k I A1 s A4 o 1)
miR-212-3p 5 AT LLid i #0985 5~ X A EE H
(regulatory factor X-associated protein, REXAP) [) %
ik, 2 MHC- [T 2643 73k 00, 51 DCs H i
3%, TEXs i 7] 38 3 B R0 52 4K 815 DCs 1 2IRE,
1 g B g 1 I v 36 35 miRNA-203, 7T i 4% 28 40
JfL I TLR4 my#3k , I/ TLR4 F i TNF-a #1 IL-
12 3k, M6 DC A S im M 0, TEXs i o

BB 2 7 2020 £ %5 26 A% 3 H

HSP72/HSP105-TLR2/TLR4 {5 5 #% , & ff DCs 43
WA TL-6, fi2 F T g =28

5 TEX & 885k IEHK &% & 20 i
(MDSC)H9 AT

TEX AT DL i {2 #F MDSC 20 b Fsa i, LA B |-
PH D D e, L4 MDSC T2 4 45 07 =, A
iy ) G BT 5 2R I s ke Y ) A I R R i S B
T K 40 43 L 9 MDSCs', Yu 2598 H &4
PGE2 Il TGF-B () L B 98 40 A A1 s 1A AT 35 5 i ok
TR 2R ML (bone marrow-derived cells, BMDC)%>
62k MDSC, -3 1 11-6, 32 = o3 20 IO 34 58 S5e b
WF 5T 3 W R 4015 S 100 6 S5 968 440 L T LA 3 o g S0 A A
miR-29a 1 miR-92a % £ % MDSC >k #l J# 2h fE 1
MDSC 19434k, , 3 10 9815 98 S 2 400 i SR B 40 ok
TR TEXs #5417 1) 22 Rl B K 5 25 11 BE 05 35 MD-
SCs,TEX K1Y hsp72 fE5 MDSC K il TLR2 #H %%
&, BOE STAT-3 {5 5 3 i, 42 F MDSC [ 4 i TL-
6, [, TEX 1 i hsp70 HLAE 5 MDSC % 1f TLR2
FHZEA B4 MDSC 4 S ik S,

6 TEX XA T HAMEAEET

TEX A L i {2 #F Treg 43 fL A 5E , LA K -
HAM B T RE , 2 4E Treg T 2HLUH %505 20, LA T i
Te 1Y) B g2 40 ) B S i A BIEST AR Y e~V 301 5P
LI DD e 0 D e R AR I Y R TR 1) A
WA AT DL 2 CD4+CD25negT 41 il 5% 1k CD4*
CD25"*FOXP3*Treg, Ff I ¥ IL-10 TGF-B1 Fas-L.
CTLA-4 25 L2 FUBURL G B (1 33k, 158 STAT3 119
B2 Ak, DA T 3 i HE A 2 5 B g IRl B TEX i dig
P Treg H958 , P P 7= Yamada 28 “HE B
R 982 240 L A1 0 4 38 3k 3800 TGF-B/Smad 8 [ 1 FH
Wr SAPK i # 175 5 A S JE i CD4+T 248 il #1 Jurkat
YL A Treg 41 ML Y 1M Treg 20 i B 12 25 1 42
VE R AN B 3B . Yin SE 1% B miRNA-214
AT DR SE R M T A0 1S R B Treg 40 L
IL-10 7K F ,miRNA-214 1R 7] g J& 4K 5 S b 1A % $54F
FH o 55 S 56U Y 5 00 i 40 VR B A I AR
CCL-20 7 g S IR 85 p X Treg 41 L 1Y) 57 SR 42
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SN D 2 L 18] 45 S SS e BB B A, FEN
PRGLIE Y b R L EEROAME T, AN AR5 R 40 i
) 5 B A e 9 I RE RS R LG 1EE T 24 F A1) iz R IE,
XN AR ) D BE S AL SR 247 1 RS, TR
JEMRDRIESMNB IR, Bt HATRETORA , AN IBAHE f
Z M7 NS SRR R, AN ) B SR A
PR K45 S T R AL AN AR ), s 3 BL 2 7
A Il A R — 25T, BE— 20 TR TEX XL
PRBE R HLE], A B TR S in sy i 07 207
A BAE IS AL b S R T AN R R BT B2 I R
Jr 7o B R AT R BEE OEIE I KR, S
PR R R S BE IR T A B 2 —

SE 3.
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